tained in the arrested heart and each level of LV filling pressure was matched with the RV filling pressure found to coexist in vivo. The effect of RV filling on the LV volume when LV-EDP was low (3 mm Hg) was not discernible. The effect was apparent when LVEDP was 5 mm Hg with the appropriate RV filling, the LV volume being decreased by 1.8 =t 1.2 (SD) ml. At an LVEDP of 20 mm Hg the reduction was 3.9 & 2.4 ml or 7.1 it 4.7 (35 of LV volume; LV volume at an LVEDP of 20 mm Hg therefore was 7.1 y0 smaller with the RV full than with the RV empty. This effect is considered to result from the sharing of a common septum and fiber bundles. The effect should be considered when the passive diastolic pressurevolume relation is compared with that in the beating heart and whenever ventricular function is examined over a range of cardiac filling pressures.
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It may also play an important role when either ventricle is acutely distended in disease states. 
plots of the LV pressure-volume relations indicated a difference equivalent to 3.0 ml volume throughout the greater part of the curves. At higher distending pressures (in this experiment at approximately 15 mm Hg), evidence of stress relaxation became evident, a small fall in LV pressure occurring after the pressure step induced by each injection (Fig. 1 ). The degree of LV filling also affected RV distensibility. With a volume of 40 ml in the RV and the LV empty in the experiment shown in Fig. 1 , the RV intracavitary pressure was 6.3 mm Hg, and with sequential injections of fluid into the LV, the RV pressure increased to 13.5 mm. Hg (Fig. 1B) . However, the same RV pressure of 13.5 mm Hg that existed with a RV volume of 40 ml in this experiment was associated with a volume of 53.5 ml when the RV pressure-volume curve was subsequently determined with the LV empty (Fig. 2) . Typical pressure recordings during injection of 2.0~ml increments of fluid into the RV are shown in Fig. 2 , the LV being empty in panel A, containing 30 ml in panel B, and 48 ml in panel C. An LV volume of 30 ml did not appreciably influence the RV pressure-volume relation, but this relation was shifted by 4-6 ml of volume when the LV contained 48 ml.
Figure 2 also illustrates the effect of RV filling on LV distensibility.
With the LV volume held at 30 and 48 ml, the LV pressures were 5.0 and 12.8 mm Hg, respectively, with the RV empty.
RV volumes below 30 ml did not affect LV pressure, but increments above this level resulted in progressive increases in LV pressure. When 50 ml had been injected into the RV, the LV pressures at LV volumes of 30 and 48 ml had risen to 7.0 and 20.3 mm Hg, respectively, pressures equivalent to 37.5 and 55.5 ml on the LV pressure volume curve obtained with the RV empty (Fig. 1) . The LV pressure-volume curves at several different levels of RV filling, in a representative experiment, are plotted in Fig. 3 . The curve obtained with 23 ml in the RV (RVP 4.0-8.0 mm Hg) was not different from two curves with the RV empty, whereas 35 and 47 ml in the RV progressively shifted the LV pressure-volume relation to the left. The composite left ventricular pressurevolume curve, corrected for the influence of right ventricular filling at each level of right and left ventricular end-diastolic pressures coexisting earlier during blood infusion in the beating heart, is shown by the solid line. This curve approximates the curve obtained with 23 ml in the RV at low degrees of cardiac filling and then gradually deviates to coincide with the curve obtained with 35 ml in the RV at high levels of cardiac filling.
The effect of RV filling on the LV pressure-volume relation was also demonstrated in three experiments by rapid decompression of the RV. In the experiment shown in Fig. 4 , the LV pressure-volume curve was obtained while the RV contained a constant 50 ml. After 70 ml had been injected into the LV, 10 ml were rapidly withdrawn from the RV, and the LV pressure fell from 22.6 to 19.0 mm Hg.
The right and left ventricular end-diastolic pressure coexisting over a wide range of cardiac filling in the beating heart and the absolute LV volumes in the arrested heart for all experiments are shown in Table  1 ; their mean values and standard deviations, expressed per 10 kg of body weight, are presented in Table  2 . The corrected LV volumes represent those obtained when the RV was empty minus the volume effect produced by a level of RV filling appropriate to a given LV pressure in the beating heart (composite curve, Fig. 3 ). The absolute and percentage overestimations of LV volume which result from neglecting the effect of RV filling are also shown in Tables  1 and 2 . The mean figures in Table  2 show that the RV filling accompanying a LVEDP of 3 mm Hg had no measurable effect on the LV pressurevolume relation. A slight effect on the relation was evident when the LVEDP was 5 mm Hg, and this effect increased with further ventricular filling to a maximum of 3.9 f 2.4 (SD) ml, or 7.1 f 4. 
